SUMMARY Two hundred and thirty six patients with amoebic liver abscess were investigated for cholestasis, its mechanism and the natural course of the disease. Cholestasis was seen in 29% of cases and it presented with some unusual features: it was frequently seen in young men (mean age 38-6±6-3 years) (87%) with acute onset (69%) and was associated with signs of peritonism, or peritonitis (28%), splenomegaly (12%) and hepatic encephalopathy (coma 13%). Raised diaphragm was seen only in 37% of cases. Alcoholism may have contributed to the cholestasis in 37% of cases. Multiple (43%) and single (32%) large liver abscesses, especially on the inferior surface of the liver (25%), were common in jaundiced patients with amoebic liver abscess, while size and number of abscesses were directly related to the raised serum bilirubin concentrations. Bromsulphalein excretion (BSP) was found to be significantly reduced (p<001) in patients with jaundice (60%). Retrograde injection of contrast media into the common bile duct during six necropsies showed compression by amoebic liver abscess on the hepatic ducts. The mortality (43%) and the complications were significantly higher (p<0.001) in patients with jaundice. The aspiration/surgical drainage of amoebic liver abscess together with a combination of metronidazole and di-iodohydroxyquinoline was more effective than either metronidazole alone, or dehydroemetine with chloroquine.
Amoebiasis in its various forms is common in India.
Among extra-intestinal amoebiasis the most frequently seen is hepatic amoebiasis.1-3 Jaundice in amoebic liver abscess is unusual and if present, is mild.4 5 A varying incidence of jaundice in amoebic liver abscess has been reported. 9 The mechanism of jaundice has not been properly investigated and various hypotheses have been put forward. The traditional explanation has been secondary infection of amoebic liver abscess, or pressure of an abscess on hepatic ducts,7 9 10 while other views are that the jaundice is parenchymal, or cholestatic in nature.8 112 It is a treatable medical emergency and a syndrome hitherto not well appreciated.
In this study, the incidence, clinical manifestations, and mechanism of jaundice in amoebic liver abscess are discussed. Methods
PATIENTS
During the last 11 (Table 3 ). An wave inversion (13%) and prolongation of QTc abscess of more than 5 cm diameter, or from which interval (10%). Patients on metronidazole either more than 125 ml of pus was aspirated was termed alone, or in combination, usually experienced a large.3 6 Single abscess cavities were more frequent metallic taste and nausea with, or without vomiting. in patients without cholestasis (group 11=80%), Aspiration and/or surgical drainage of liver while in group I abscesses situated over the inferior abscesses was done in 100 cases and results are surface of the liver were more frequently associated shown in Table 6 . There was a fall in the serum with jaundice (25%). The level of serum bilirubin bilirubin in 35 to 40 patients with jaundice was directly related to the size and number of amounting to almost 50% of the initial bilirubin abscess cavities (Table 4) .
concentration within a week. Mortality was On histopathological examination amoebae could significantly lower in aspirated patients (11 out of 40 be seen in the necrotic liver tissue and abscess wall. patients) as compared with others. At necropsy (six cases) contrast was injected into the common bile duct in retrograde direction, and Discussion showed distortion and compression of the hepatic biliary tree by large liver abscesses in the lower part Amoebiasis is well known for its protean of the liver.
manifestations and can stimulate many diseases in The overall mortality in the present series of 236 tropical countries. Commonest is hepatic amoebiasis cases was 23%. Mortality was significantly higher among extra-intestinal amoebiasis. In such cases (p<0-001) in group I (43%) compared with group II hyperbilirubinaemia has been reported but its (16%). Table 5 compares the mortality and compli-incidence and severity is variable.69 12 Various studies emphasise the difference in life (regime I). The mortality was significantly lower history of patients of amoebic liver abscess with, or (8%) with this regime, than with the alternatives without jaundice. Patients with amoebic liver (regime II=14%, regime 111=39%). The time to abscess and jaundice had an acute onset of disease recovery was also shortest with regime I and there with rigors and sweating (69%). Adult young men were fewer unwanted effects. Patients on most frequently had an acute onset (87%). Barbour With the studies of BSP, glutathione conjugating enzyme (cytoplasmic enzyme), uridine 5-diphosphate glucuronyl transferase (microsomal enzyme) and chromium labelled red cell survival (normal), it became clear that jaundice in amoebic liver abscess patients is not because of increased load and decreased hepatic conjugation.7 9 18 22 Excretory pathway, however, is defective as shown by BSP excretion studies.9 This was also observed in the present series. A compression effect of amoebic liver abscess on bile ducts was seen in six necropsies. Tables 3 and 4 emphasise three important points: Table 4 Correlation of size and number of abscess with serum bilirubin concentrations (Group I=40 cases). 22 This has also been together with anti-amoebic treatment may be life confirmed by necropsies, and has, therefore, been saving. Good results have been obtained with a postulated that the main cause of jaundice in these combination of the all site amoebicidal drug metronpatients is pressure and distortion of the biliary tree idazole and the luminal amoebicidal drug diresulting in intrahepatic cholestasis.6 It)1417 iodohydroxyquinoline compared with From Table 5 it is clear that mortality was metronidazole alone, or dehydroemetidine and/or significantly higher in group I, compared with group chloroquine. Surgical intervention, or aspiration is 
